Electron microscopy revealed very active production of C-type virus particles in the pancreatic acinar cells of untreated normal adult mice of the C57BL/ He strain. In C57BL/6J mice, a similar picture was observed after a single intraperitoneal injection of dexamethasone. No viruses were observed in the pancreas of untreated or dexamethasone-treated BALJ3/c and C3Hf mice. F1 hybrids of both C57BL strains with C3Hf mice produced viruses in the same manner and quantity as the C57BL parents, whereas hybrids with BALB/c mice were entirely negative. Approximately 50% of mice of the first backeross generation of (BALB/c X C57BL/He)Fl hybrids with C57BL/He mice were active producers of C-type particles, while the other 50% were negative. It is suggested that a regulator gene that controls C-type virus production does not function in the pancreatic cells of either C57BL strain, and that BALB/c mice can provide hybrids with an active regulator.
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Recent developments of genetic studies on murine leukemia virus have been promoted by the possibility of detecting viral antigens and RNA-dependent DNA polymerase (reverse transcriptase) as markers for the presence and expression of viral information inserted in the cell genome. The findings that halogenated thymidine analogs and glucocorticoid hormones can, respectively, induce and stimulate cell lines to synthesize viral antigens and particles with great efficiency have further facilitated these studies (1, 2) .
The detection of C-type particles by electron microscopy can also contribute, provided that a sustained virus production takes place in the tissues under study. We have recently demonstrated by electron microscopy an intense proliferation of C-type virus in the pancreatic acinar cells of normal untreated adult mice of the low-leukemia C57BL/He strain (3) . In this paper we report that C57BL/6J mice, generally considered virus-free, also present the same phenomenon after treatment by dexamethasone, whereas, this was not the case with BALB/c and C3Hf mice. In They were dehydrated in graded ethanol and embedded in Epon-Araldite mixture. Ultrathin sections stained with uranyl acetate and lead citrate were mounted on 300 mesh copper grids. They were examined in a Philips EM-300 electron microscope at 60 kV.
RESULTS
The data on a semiquantitative evaluation of extracellular C-type particles produced by the exocrine pancreas of untreated or dexamethasone-treated mice of different strains are shown in Table 1 . The acinar cells of untreated C57BL/He were found to contain, as previously reported (3), a large number of C particles in cytoplasmic vacuoles and in dilated cisternae of the endoplasmic reticulum, whereas only a small number of extracellular particles was seen. In contrast, the pancreas of untreated C57BL/6J mice presented no intracellular particles and only a few particles in the extracellular spaces. Dexamethasone treatment of C57BL/He mice resulted in a large increase of the extracellular C-type particles, mostly mature (Fig. 1) . The dexamethasone-treated C57BL/ 6J mice likewise showed markedly increased production of extracellular particles, but these were consistently immature (Fig. 2) . In neither strain did the treatment modify the intracellular picture. In both C57BL strains the enhancement of viral production was already at its highest level 24 hr after treatment, and remained at about the same level during the following 4 days. Two weeks later the number of extracellular particles returned to normal, being comparable to that in controls of both strains.
C3Hf and BALB/c mice were invariably negative for both intra-and extracellular C-type particles both before treatment and at each interval after dexamethasone.
The results of the observations on the pancreas of the hybrids are reported in 
Average number of particles per square of 300 mesh grids: 0 = no particle; + = 5-30; + + = 200-300; + + + = more than 600. For each mouse 10 to 15 squares were examined. In each positive group all mice studied (number in parentheses) were uniformly positive between the indicated intervals. In the negative groups all mice were negative. observed in the parental C57BL/He strain, the dexamethasone treatment markedly increasing the extracellular production of mature particles. The pancreas of untreated (C57BL/6J X C3Hf)Fi mice, like that of the parental C57-BL/6J strain, showed no production of intra-and scant production of extracellular particles, which became abundant after hormonal treatment and consisted mostly of immature C particles. In contrast, no particles were seen in (BALB/c X C57BL/He)Fl and-(BALB/c X C57BL/6J)Fl mice before or after dexamethasone treatment.
The two reciprocal combinations of the first backcross of (BALB/c X C57BL/He)Fl hybrids with C57BL/He mice gave, after dexamethasone stimulation, a picture identical to that observed in C57BL/He mice in about 50% of the animals, independently from the sex of the examined mice (Table   2) . DISCUSSION We have shown by electron microscopy that normal mice of both C57BL/He and C57BL/6J strains produce C-type particles in the pancreatic acinar cells during adult life. No such particles were found in other C57BL tissues (unpublished results) and in the pancreatic acinar cells of two other murine strains examined, C3Hf and BALB/c.
We have considered the possibility that this phenomenon is related to the nonfunction, in pancreatic cells of both C57BL strains, of a regulator gene of the C-type virus structural gene(s), a hypothesis based on the fact that C-type virus structural genes are codified in the genome of all studied ; .
- The results of the study on F1 hybrids suggest a genetic control of viral production in the pancreas and also the possibility that the BALB/c strain can supply hybrids with a regulator gene capable of reducing the production of endogenous virus in the pancreas to a level undetectable by electron microscopy. The hypothesis of a genetic control was confirmed by the observation that in the first backcross generation of the nonproducer (C57BL/He X BALB/c)Fj mice with the parent C57BL/He strain, approximately 50% of the mice were actively synthesizing C particles. This is consistent with a single gene control of the phenomenon. The even distribution of virus-positive and -negative observations among male and female mice in the two maternal directions of the crosses excludes a sex-related factor.
The mechanism and the significance of the hypothetical nonfunction in the pancreas of C57BL strains of a regulator gene for expression of C-type particles are obviously unknown. In C57BL mice we have never observed tumors of the exocrine pancreas, which are uncommon in all strains (8, 9) . The proliferation of C-type virus in the pancreatic cells could be related to the high susceptibility of C57BL strains to induced leukemogenesis (10 
